SUMMARY M-mode echocardiograms are demonstrated from a patient with subacute massive pulmonary embolism before and after thrombolytic treatment and clinical recovery. Severely impaired left ventricular contraction returned to normal. A reversible reduction in mitral valve opening velocity was also seen and was thought to be in part the result of diminished left atrial filling. This hypothesis was tested experimentally; mitral valve opening velocity was measured in normal subjects and found to be significantly reduced when pulmonary blood flow was impeded during the Valsalva manoeuvre.
M-mode echocardiography can demonstrate characteristic features of right ventricular dilatation in massive pulmonary embolism,' and may be used as an aid to the assessment of acute pulmonary hypertension.2 Changes in the ratio of right to left ventricular size, and pulmonary artery dilatation, can both be correlated with the severity of pulmonary artery obstruction.2 A reduction in mitral valve excursion and mid-diastolic closure rate may also be seen in both acute and chronic pulmonary hypertension,34 and have been attributed to an alteration in shape and compliance of the left ventricle. There were two additional echocardiographic features in this patient with massive pulmonary embolism.
(1) Gross reduction of left ventricular wall motion which resolved when the pulmonary vascular obstruction cleared. Probably the main cause for this was myocardial ischaemia resulting from low cardiac output and severe hypoxaemia: both a result of impared pulmonary perfusion.
( The lower mitral valve opening velocity seen during inspiration compared with expiration is in accord with the reported inspiratory reduction in cardiac output in such patients. 8 The clinical correlate of pulsus paradoxus was not observed.
The discovery of any of the echocardiographic features described in pulmonary embolism in a patient with progressive dyspnoea and echocardiographic reduction in left ventricular wall movement should alert one to the possibility of pulmonary thromboembolism being an alternative diagnosis to heart failure.
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